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B OE: 84 %7&32}1\?‘]% (ligustilide, Lig) * # B 4B#EL% (dextran sodium sulfate, DSS) # $ 5% &5 %
(ulcerative colitis, UC) /)R89 &4 R BAH . Fik: ¥ 60 RAEte SPF 4 C5TBL/6 ) R EAHLH AR 6 4, 57
HE A, DSS 4. I’H‘Tié‘f‘iﬁl’fkﬁ%“tt"i (sulfasalazine, SASP) 41, Ligf&k. ¥. &=, DSSA K A dEikA
3% DSS Kisik 7d A4 UC R, B Liglk, . ML IREFTLTHSTMET. ALRFIAER
wEFEBKE, BNEREHIEE (disease activity index, DAI) 3%, K B BT % & R MM 2 X &% =40
A F P TNF-a\ IL-6 #o IL-158 69 & K K -F, &M LB+ TLRA/NF-«B & G R AKF, HALELEFRE-FLLEE
I, R Lig )R UC 9ERARMF . &% 5% ééﬂtb—& DSS 4. ~§E\ﬁ<§i%:ﬁi% (P<0.05) , Z£HKER
F4%42 (P<0.05) , DAl #4 2F % (P<0.05) , BB A KRE LEWZEAE, LL&HALRF TNF-a. IL-
6 Fo IL-18 R X K-F R F A& (P<0.05) ; 5 DSS éﬂttfrx, Lig F # & 8403 F F 40 m’a% i 48 42 % TNF-a. IL-
6 #= IL-18 a@%i\u& TLR4/NF-xB 13 5 ¥4k 2 F ¥ % (P<0.05) , &9 Lig ¥ 2@t H 24 R pE B4 7
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Improving Effect of Ligustilide on Dextran Sodium Sulfate-induced
Ulcerative Colitis
MA Guangli"*, XIA Xiaopei', MA Jinliang’

(1.College of Medical and Health, Xuchang Vocational Technical College, Xuchang 461000, China;
2.College of Food and Bioengineering, Henan University of Science and Technology, Luoyang 471000, China)

Abstract: Objective: To research the therapeutic effects and mechanisms of ligustilide (Lig) in improving dextran sodium
sulfate (DSS)-induced ulcerative colitis (UC) in mice. Methods: Intervention of lig was delivered in sixty male SPF C57
BL/6 mice and the mice were differentiated in six groups according to the dose of lig as: Control group, DSS group,
positive control group (treated with sulfasalazine, SASP), low-dose lig group, medium-dose lig group, and high-dose lig
group. The UC in DSS mice was induced by a 3% DSS solution through oral administration for 7 days, in the meanwhile,
the low, medium, and high-dose lig groups were received gavage feeding of lig and oral administration of 3% DSS solution.
Before and after the intervention, the body weight, colon length, and the disease activity index (DAI) score were collected
for assessment of UC. Furthermore, the expression levels of TLR4/NF-«B proteins in colon and serum TNF-q, IL-6, and IL-

14 were quantitatively measured using enzyme-linked immunosorbent (ELISA) assays. Additionally, histological exam-

i EEE: 2023-04-07
EEWB: ThhsFHARFRERRE EERAB (20198IGLXT16)
TEERINABEIEE: 4L (1982-) , B, mlk, 81 84%, #7077 @ A4 E %, E-mail: mag@vip.qq.com,


https://doi.org/10.13386/j.issn1002-0306.2023040055
https://doi.org/10.13386/j.issn1002-0306.2023040055
https://doi.org/10.13386/j.issn1002-0306.2023040055
mailto:mag@vip.qq.com

322 - £ Tl B4

2024 4 2 A

ination was performed to investigate the effects and mechanisms of lig in improving UC in mice by hematoxylin-eosin

staining. Results: Compared to the control group, significantly reduced body weight (P<0.05), shorter colon length

(P<0.05), increased DAI score (P<0.05). And there was a large amount of inflammatory infiltration in the intestine, the

expression level of TNF-a, IL-6, and IL-18 in the colon significantly increased (P<0.05). Compared with DSS group,

significant suppression of the TLR4/NF-«B signaling pathway in the intestinal tissue, serum TNF-o, IL-6, and IL-1/

expression (P<0.05) were observed in the medium and high-dose lig groups, which indicated a significant improvement in

intestinal damage. Conclusion: Lig would be able to effectively improve DSS-induced UC in mice. Moreover, the results

showed that the mechanism of lig improving DSS-induced UC was possibly involved with the inhibition of the NF-«B

signaling pathway.

Key words: ligustilide; ulcerative colitis; dextran sodium sulfate; inflammatory factor

Iz 45 1 ¢ (Ulcerative colitis, UC) J&—Fhpg
L1 I N e e e S [ SR S 178 (= B T 2y s = W a2 7
PRI NE TS . M fE . E % A B 2s AR E
PR, BERERER H 25, 2B UL
FY) BB MESR 2 —, EFRE M R IR R 11.6/1007 51,
UC B9 IRPLT B i AN B, B2 S5i8fe | 3188,
Y I BE R VAL R E N A SR RA
KB, FREPELGIAYT UC BUS T —E TRk, 16I7 24
) AR ISIE B | SRR A, (B R '
V5 FIE IR S5 A R WATSRAFAE, 169 T I WA E—E
iRy BRPE, B AR 4y £ A e AT TR
e, FFRAERUZGIAIT UC J&— A iR i i e i) 8 28
[,

R 5 3 ] 25 B A B AR ik, A2 58 h
= 245 I AT 5803 A 3 20 2 4503 P 58 Ay 24
TR EERGZ . FEANAR(ligustilide, Lig), &M
HREE 24 1B S U T BB ROy 2 —, BAT R
AT YERNZG A, XTI | AR FR G S e
DIRES A B A 25 HRVE, A RSB AES . SF-Mf L 45
HVE, BESGEEER . AAath TP L. PIER . $R: =L
PR PE T SE T RED O BRIz B T R A 40k
A, Lig i w FHVE RSN, 5 POk, 2855 i
ah i, DABE v LA R A TR, AN, AT s 2
Lig X0 0B BT G40V L andm il 205 i 4 48 |
AT, I, Lig R Tolk A & 2 R
HRTE . KBV B8, Lig R3M# NF-«B #i%
WG 55U S AE P T A RIS B0 HD i R BT 4 2 BTG
Pk, AIVEST PP RIAEAE GBI, U0 Lig i@/ -5 PI3K/
AKT/mTOR {5 538 X Ak iR i FE-RE v 451495 R BlASE
U #0248 K AR E Y, Lig il s i NLRP3 %
SRE /IR 14 35 7 vA S B B 2 555 1 R O LR A5 1),
Lig X T3 o iF5 509 AR L5 5SS BT 4 40 e 1
58 R AT IncRNA NKILA S & FE A/ FHIY,
SR, VA SRS Lig Al LAE i 7% TLR4/NF-
xB {5 51438 UC,

A 5T FUL A5 B A7 SR OB 7 I8 44 (dextran sodium
sulfate, DSS)f4J#E UC /N, #4822 Lig % DSS i
T UC /NG, 1 ) BH AT BB A9 43T HIL I,
Sy Lig WYl IR I & A A FH 3 AL B Ak 4, S 32 &

UC B AT B A 7GR s .
1 #MR5RE
1.1 MRS

60 H C57 BL/6 /INFR, 6~8 JEIWS, MEVE, AER (22+
2) g WA _ WAL ARERA L, siA =T
JIF5: SCXK(77)2020-0002, ‘¥ 55 16 35 T 1R B
(22+2) °C, M 40%~60%, 12 h SGRE/ B REIEFR Y 55
b, s RS EEH & HESCS 2 SPF 2022049; Lig

2l 5 98%, ALK = SMURRAE MRl B A BR A F; DSS

MW36000-50000 32 [E MP Biomedicals4: ) A fR
ol IAREFer il e dbEREEREE
BRZS FIAE 775 TL-6. TNF-a, IL-18 57 & i RHER
EYIFARGIR AT

EVOS M5000 U5 gE 40 L i1 =52 EEH
Thermo Fisher Scientific 2 #]; ELX-800 RIffHr{%
£ [E BIO-TEK /A Hl; FSH-2 AT 3 & 38 v, sh 50 3¢ 2%

Lo n T AESRA S A R F] s Microfugu 20R #l

EEREE.OPL 22F Beckman Coulter 2\ ) RE-
5289 HRUEL B AR IR KA B M T AR A5 i 1 A PR
45w FA1004B B H 7R RS R 22 Es A
BRZAAF S
1.2 LWHZE
1.2.1 s A5 1% 60 Higitd: C57BL/6
INERBEAL YA 6 4, FE4H 10 2, 4351 25 4 .
DSS 4H . FHPE 25 &AL BE (sulfasalazine, SASP)4H
1 Lig &t w50 = (IR &40 : 50 mg/kg; H5
H4H: 100 mg/kg; =7 2H: 200 mg/kg!'?) o 3 M
FE 1 JE)G, B H AR EIF OSSN EUARTE, Ras (4,
HAdH/INRGESE 7 d K 3% DSS 3 ilRiA S UC A
AU Al Lig G, vy e 7nl B 2H /)N B T FH N 7)o
2501, T 10% A IR KPR THAYT, 25 4
1 DSS 2H /)N B A AR [H) 14 7 =0 45 T S8 R BG4 B
FhKo
1.2.2 UC /PR Bl g5 i I BE R R 28 8 d,
JUE R 3 ) 3 e ) B LY SRR, REESE SR I, /)N
R, RS i N BT s 2 [0 5 S A I B IR B,
U4 LA B 4% 2R WS ITE 4 °C vKFR 5
RER, 55 2 d FHFa D A
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1.2.3 W% UC /NEURHERAZUBES  BGH &5 H
4% Z2 IR S, A S, U) h #ETIR AR R -4
e AU PP . A D R s, Fie AR S uii
AL BRXTH A T gy &, FH P PER ST U 36t B, 7B
100 f55'65E T DAAS R EF AEAE R 19 i B e 4l
N AR PR R |

1.2.4 UC /DERBVFHRIEEOIET TR Se s id 742
i, BRSO SN B R RS . HES R
MU O . S RESCHR [14] B, ST s KRR
PAEE TR BRI R A KA B i 75 75 A T 1%
5l ¥8 %4 (disease activity index, DAI) ¥F-43-, LA P-4k
UC WM™ EREE (3R 1), DAI=UARE+ RAFRS+RAE
W) /3. /NERURREEERULS , B s im e 4O01519F, 0.9%
NaCl e 14, WAL A RN . AR SCHR [15] #:4E
T T 25 I 593 F6 %% (colon and mesentery injury,
CMDD V55, FBESCHR [16] JridiidE, MEssndl
LU, JRHE TS5 i LA 22 F8 X (histological, HS)
o G5 Ge LA A AR : 0 9%
TCRIFISE; 1 e AR AR 2 9. U I 4upeiz
1 3 2. = AR IE, ThEELT 4Rl = AR 3R, 4%
Jigp B BG JEL, v BE AR AN & 2%, Jar kb B s 2% 5%
4 9% HIAIMTIERERE, MR I 20, iz el 4E
1k, IRiEPERRES R

£ 1 DAI WPt

Table 1 Scoring criteria for DAI
4> PR T RE(%) PNCRERN GIIRTERU
0 <1 I At
1 =1~5 BfE [5)é5
2 =5~10 L7l i BH
3 =10~20 i e B A%
4 =20 iR I fif

1.2.5 L7 R 5E T TNF-a. IL-6 il 1L-18 /KF
IIRE  ZESEEBETAES 8 d, BUNBRE K ik & T
TCH .04 P, SR 40 min, T 4 °C. 2500 r/min
Z5AF N B 15 min, AR A T2 03, {87 FH B
A J2E W BRI A2 379 6 I A2 L VE W P B TNF-a, 1L-
6 I IL-18 /K-, 243135 B T80 °C VKFAIRAT#H -
1.2.6 UC /NREEHALPE I RPEEE 8T FR
I 100 mg S5 ZHER, FH &5 B8 P BRI IR BT i) 771
B+ TR RE B BRENAE AL ZE PR AT, WA N, DI
EHWREE, fIARES I THYK . HUFE A 5% WL UK
FHEREE, 4 4 °C P E —Pidk, 56 2 RETR
WEE TP 1 h, B e PEEER BASASC N #EA T s,
Image J ST A4 88 450 R BEAE A 753407 -
1.3 B

>k A GraphPad Prism 8.0.2 3447 G it 247
BT, THE BB BB R 2= (X+s ) o, 2240 0] th
SRR 2R T 255007, 5 R B Fly 255%

PEBE, P LLEEFH LSD K56, S50 AN L 1E A4y
16 o 7 22 57 PR, AT L35 Dunnett’s £ 568, P<
0.05 NZESAGITHFE X,
2 FBR5HH
2.1 Lig X UC pR—RRIFRAVEZ T

25 W 9 S —Fhgpe g, HARRAE 218 M A &2 A
MR SAE o 3 /N BRSS9, v DASE
- T B 1 R IR AL, LA BRI T 2 ST
. DSS J&=—FpH S S R g, nT L
WHHRAIERNEI 5 | R RRE RN XIS rh, H
ki FH AT el /N FRUSE R e B HY 5 245 1 9% 58 3 AR AL AE
e WIE 1 PR, 525 14 AR, DSS 4/ Rk e i
BH /b, YA 3 d AN BUERR ; /N BRAR B AR A
4 d W FEFFEIR(P<0.05), BA& KR FCPE, WP ZERE; &
BIZE 5 d HHEURRIRRBE I IEYS | (ML . AT ] i e 2530
% . 5 DSS 414K, Lig &7 4/ BUIRZS Y it
If-Ht , UE B R WG 22, AE PR 3% W T 4 a5
Lig fIGF 20 /)N BUACER i 25 55 (P<0.05), Lig A0
T EAH /N BRSBTS, 2255 BA g4
(P<0.01), 5 7 5 2 B fIF 9% 45 SR — 2, 85 Bl IA
Lig BENZEAEE UC /) ERF BRI o

40

/g‘) 30+ x —— SHY

= i / i DSS#1

E 20 F + h —— SASPZ|

= P — - Ligtilaa
Cé B L1g¢‘jﬂj%éﬂ
.{. 10 b —o— Ligr%ff']%?ﬂ

0

T2 3 4 5 6 7
JGRAEL (d)
K1 UC /MR E A (n=10)
Fig.l1 Changes of body weight in UC mice (n=10)
TE: 525 (414, #P<0.01; 5 DSS 41 4L, "P<0.05, "P<0.01,

2.2 Lig ¥} UC /& DAL, CMDI #1 HS BI520a

DAI, CMDA il HS J& 3P0 45 i 9 i iR ™ 5 F
JEE R R FHFE AR, ELAT AR & i R L FH A 18
DAI &85 G R F IR T 5058 . KRR
A H 1 = Fp LA T G P4y, 3 TEh SR A9 8
S 3 BNfE-3] DAT{E"Y, CMDI &85 11 B 2 ke
18 S RE AT B2 A TRl FE AR . HS SR 2 i
245 iy 2H 20955 B U] UL 45 20 R BRUSS s 28 1 100 T
Sy N 2 i, 555 HA AR, DSS /LY
DAI. CMDA #1 HS = 14880V B3ghn, 2= 5
I g4 X (P<0.05), BLHAHANFR A M 145
W RIRZES . 5 DSS A, Lig . mAl =S54
i) DA, CMDA Fil HS =45 5004 i 5 Bk, 22
S G EEEE X (P<0.05), 328 Lig S &5imd BAa
—REBIIRIT RO, i Lig I &= 40 9 DAT. CMDA
FHS =R Je i E 225, Ui Lig A9/ER &
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£ SASP4L JEL, 3t I A T S VAR ME LA . MRS5S

3 T LA S B e 5 S O B B, S50 BB

¥ | et J2 1 S M e P A 4 4 2 T fle S0 B ) g

= HAJERY ] 4 PR, 555 12, DSS A1/
= SIS I 1 1 R R 5, A s G A ik
VB9 | MR 25 5% R Ik e MR A 1 5

‘ CMBI &4 )2; 5 DSS 40 b4, Lig A7, mEFlE 4/ R EA
- AR SERE AR BS A, 1 e AR AR, SR i

B 2 Lig %} UC /N DAL, CMDI 1 HS (50 (n=10)
Fig.2 Effect of lig on DAL, CMDI and HS in ulcerative colitis
mice (n=10)

TF: 525 41 AR, "P<0.05; 5 DSS 41 Hi#%, "P<0.05,

HA—E iV, 5 Wang 2520 U IF g8 45 5 —
B, Fe4rUiAH Lig X UC /NRIWES I 23 21— a2 2k
TEH
2.3 Lig X UC /MNRERFKE EE LRSI

L5 BE AR A T LA R T S SE )RR B R
Wi HLIIMIRERE . AELE A SRR, T RAER
B BIAFAE, 5 1 2k I 2 v BN (R R JBE A0 4 e el 5 AR
2, 28 BB s N AL AR L
A LS RS R SRR b S B R . ARSI RASE
Hirp BT RE RV B H LUK A AN FE L2 A5 4
J H B RN, DRI 4 i R T DA RS g S
SEMRREE, JEH BV PRICRY . nE 3 R, 5
25 F14H FefE, DSS 4H/0 BB S5 i 2 K 5 i 254 7,
25 g R RGN, S5 KB TR R L N, 255
HAG 23 L (P<0.05); 5 DSS 40 bR, Lig #F1
2/ N BRI 25 1 A B 2B, b i Y]
UL, g5 KR T L W RRAIG, 2255 B SRl
B X (P<0.05), S5HMAEP pFo gl R —3, Ui 3
K35 T DSS YE S R 45 i B 46 s, Hor
Lig &4 A b, Lig w5 e 4iay v R e
AN

~ 607 #
on
£ %
5 &AM
= 401 DSSH
m‘@ 21 SASP4L
i CPAfIGGHI 41
20 - 3 CPAHRFII 4
& [ CPA sl 20
= [
0 .

12 3 4 5 6
)

K3 Lig % UC /NR& I AR LRI (n=10)
Fig.3 Effect of lig on length to weight ratio of colon in UC
mice (n=10)

T 525 LA, *P<0.05; 15 DSS 4 LA, "P<0.05.

2.4 Lig X} UC /NRBVERAHRIBLE LU A RIS
PRAME 2L PR S R 22 B4 i R 0 SRR, L)

/b Lig R i 21 /)N BRUDU) 2 80 H 40 B b 1) 20 2364
i, BRes S5 MR o idh, RAEAIR KR L., 5
Nameer %52 [iys2ge gt ;|2 —3, B Lig nTLIX} UC
/NS  BRAH SRR B R — e G E -

A

AR LI o "
HPR AR B 5200 (100 )

K4 Lig % UC /NREEIARHEAYL
Fig.4 Effect of lig on the pathological changes of colonic tissue
in UC mice (100x)

TE: A: 25 (4415 B: DSS 41; C: SASP 41; D: Lig fi #:41; E: Lig

rhFIE4H; F: Lig EHlE4.

2.5 Lig X} UC /MRIMEAH TNF-ay IL-6 F IL-18 7K
FHIE

TNF-a. 1L-6 F1 1L-14 J& = Fp 851 2 {4 48 5 5,
EATFERIZE RGP REB|EZENEN . TNF-a BB
PSP SN | B R G A8 A I 0 e, R R A Y T
F, AT AT [He 4 B PEREIR AN T B 510 . ERNAE
SRR, TL-6 TT LABG N A 20 S5 RN e, A ik A
PERTF =4, S5 SR REN &P, IL-18 1]



545 % 5 44

AL, A AR SRR BN T A B PSS I 58/ U A - 325 -

DA i 5 E A ML i B g AR S . el s R, 5
25 FZH bR, DSS H/)NERE5 i HAE Se 4 5l TNF-
a. IL-6 F1 IL-14 {33k 8 & I+ (P<0.05); 5 DSS
HAHEL, Lig H . =Rl a4/ Blgs s TNF-o. IL-
6 F1 IL-18 MYFR IR KT ZF FEL(P<0.05) . LA 45
5D WA R — 3, R Lig nf WM
DSS fif28 UC W45 B F3RikFHE, H Lig & Fl&
PATEY TR et

300 CJZ=HAA LigflGl 541
DSSZH £ Ligh
2 SASP4L Ligrifl el #
#

= #

g 200 -

on

&

iz

o 100

0

TN'F-oc IL'-6 IL-'l s
K5 Lig % UC /MU H TNF-a, IL-6 Fl IL-18 7K -4
M (n=10)

Fig.5 Effect of lig on the levels of TNF-q, IL-6, and IL-1/ in
the serum of UC mice (n=10)
TE: 575 (414K, "P<0.05; 55 DSS 4144, *P<0.05,

2.6 Lig % UC /NREERAH TLR4/NF-«B {5 S @A
20

TLR4/NF-xB {55 538 [ -5 40 i P 714 7= 2 25 1)
M. A FPMREIE GRS (S5 PT#0% TLR4 32 {4AJf
E—15 S T UL 5E KT NF-«B 761k, e dife
R HF AL =4, nE 6 Ui, 545 HA
L%, DSS 4H /NS5 TLR4 25 14 #3324 Fll NF-«B

G
L RN ST B
‘?ég(s\i/\%, 0%%%% %?% P,L&* \;\%}\é&\\\ \J\%c\e \\\ \;\ & )\\

P-NF-«B - e e wew o w (65kDa

Ters (ST S - — 0510

(Y =
6 - £ DSS4H
SASPZH
CPAMILH A
= 4 3 CPAl AL
4 CPAR #4421

[

TLR4/'ﬁ-actin p-NF -KB’/N F-«xB
K 6 Lig X UC /NREEHHL P Y TLRA/NF-xB {5 538
HIRZIE (n=10)

Fig.6 Effect of lig on TLR4/NF-«B signaling pathway in
colonic tissue of mice with DSS-induced colitis (n=10)

TE: 528 4LIE, 7P<0.05; 55 DSS 41 L4, *P<0.05.

XS24

0

A RIBER 1k W 3 T8 (P<0.05); 5 DSS 4H kb,
SASP ZHF Lig =7l =2l /NS 7 TLR4 B A MR
ik Fl NF-xB 25 [ 195 12 1k b 25 F4 1K (P<0.05) , 1fi]
Lig fIF 5 X% UC /NG Im 4V h iR 1 3k T
WEPEX . RS Ma 52 fF o 45— 2K
2B Lig 3G¥7 UC n] g8 51l NF-«B {5 538 B AH
K, TIPSR RS, I8SE SAE L R A o
3 hie54EiR

UC J&—Fh 2 KA 2 M i TE R RE 5 P 28 e
SN, a5 | RRPERGR, EARRREE _Lnl 5]
N EHM BT S e SRR GE" . Lig fE A
25 QU A ROR S Z—, HAT . AR L Rk
KB 25 ¥RAEH o ASHF5E 3 o 45 T/ B IS 3%
DSS /KWL il UC LAY, /N BT H S5 il A A B
TR, S5 I R IR | 10z RS SE A R 0 S5
O, UEAHEAS T . SR/ NS O . AR EE S HLa
W BE3E4 T DAL S5 AH SCHE BT, 38 3 5 i v b
KPR IR, S5 G DR R e g o I W sk 1
PBREREE, &3 Lig Xt UC /NG Hes/E FHALH T &k
S50 NF-xB {550 A

DAL J&—F - FPFAS B G MR e AR, 5 T
PP PEZHE S AERSR, U UC Fow 2 Bk EIIfE AR
L, CMDI J& 45 g B i W8 Pk S e At (16 5
FAMEEFE RIS . HS 322830 i 25 B 21 SV B U 0L
ZEA LU R RS s AR T iAo, A ah S,
Y25 (ZHAH bR, DSS ZH/NE g DAL, CMDI #1 HS #§
BOK 832 T (P<0.05), 5 DSS ZHAALE, Lig A1
B FE DAL, CMDI Fll HS =8 50K - 5 3 PG
(P<0.05), Horp & )& Lig MWBITF A R R, 5
Wang %50 (5T 45 R —3K, Fo53 Ui Lig ol DAk
/INERL UC AR ERIE L o

TNF-a & TNF M5 R Rk 5, 222 B g
2 I FIT PR LN 530, S SE S N, FIAH S 1) A
1A e v ) 2 AR SR Al R 20, TL-6 J—Fh EE
184 A~ HLFR Y DUMZIE 22 38 Ma IR 7, 12438 1 R FH R
LTARYNAN . PPN . B EAUAE . T 4R AT PN B2 41 B
Bk, FAA NS I AE SRE S RS, TERE I
R FRAEFNTE i R E EEAEHP, IL-18 bk
P G 2E DA S [ B B8 SRE I SCERA 5T . A3 R R 2R
BB, X 22 R i R T B 0 F 2L, i
SNNE PR AN At 2H LR 5 1E] oAt 3528

ARG LR R, 525 FI4HAR L, DSS 21/ R
™ TNF-a. IL-6. TL-14 B3R kK 8 25 FH s (P<
0.05); 5 DSS ZHAH b, Lig th A 7 & g8 G om il
UC /ML TNF-a. IL-6. IL-18 ik /K, F Lig
YRYT UC AT HE S5 4 S AE Rl REJik, 382 RIE L
Bk 22 IIEYE F2 ] TLR4/NF-«B il B 7E4S 7R &
I HR A ¥4 B AR, 3 TLR4/NF-«B 3 4 1] LAk
3% DSS ArEmd UCkY, filan MA 25 iRl (k55 2
T B4 1] 3@ 57 7114 TLR4/NF-«B/MAPK {5538 % 7
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B/ UC; JIANG 250" W Rl T 85 25 al il b i
il TLR4/NF-xB {5 5 il # % K Bl UC & # P RAE
FHo Bk, FAIHEM Lig AT 2 M T GE 2 8 i 41
il TLR4 /514 NF-xB i 003 s BN o ANsi
v, 5a5 (U eHAH b, DSS 4/ gt i 4 4 TLR4
&R B NF-xB B 1Lk 25 I, Lig T
TRE o 3/ DSS 5 Ay _LiRaL 0y, X Lefishat R
ZX B, Il TLR4/NF-xB {5 51 % DA I 528 98 E [ W
kAR HESE Lig Z¥EDT UC MEZEHLH] .

AL B SRAFAEA 8 AR Y A S B0 e LA
25 25IETT B A R S SRR , (HLR A A 2 ) SCik [12]
il UC /NS A5 R 9 5256 7853 B BH Lig BEAT %K
ZZ % DSS 75 S 1/ B UC, ML nT BE 2 3m 1 410
NF-xB B4 # 35 B 3% 4k, JF i §il 42 & B F TNF-a.
IL-1p5. IL-6 MR o IbHEWT, Lig 2% UC /N
HLHITTHE S NF-«B 5530 A ¢, A 2 RCA 155 A
1RYT UC W%EBhZYr.
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